Urine pH of the patients with primary hyperaldosteronism tends to be slightly alkaline, and even the administration of ammonium chloride fails to neutralize the urine pH, although the ability of the kidney to acidify the urine is not always lost (Eales and Linder 1956; Relman and Schwartz 1958) . On the other hand, urinary ammonia excretion at a corresponding pH were usually elevated (Eales and Linder 1956; Relman and Schwartz 1958) .
Nephrotic children, who were suspected to be in a secondary hyperaldostero nism from clinical observations and urinary Na/K ratio, excreted an increased amount of potassium and ammonia in urine with a relatively alkaline pH (Matsuda et al. 1967; Hungerland 1962) . Based on these findings, the present investigation was undertaken to elucidate the effect of aldosterone on the enzyme activity in volved in ammonia production of the kidney. The acidotic animals were also used as a reference in the present study, since the glutaminase activity measured in the presence of phosphorus increases 2 to 4-fold with prolonged feeding of an acidotic diet (Leonard and Orloff 1955) . Nephrosis was induced by injection of an anti-rat kidney serum prepared according to the method of Heymann and Lund (1951) . On the 5th and 14th days after the induc tion of the nephrotic syndrome, the animals were studied.
MATERIALS AND METHODS
Biochemical findings of the nephrotic animals are shown in 
RESULTS
Blood pH, serum sodium and potassium concentrations
Blood pH in the nephrotic and aldosterone administered animal groups were the same as that in the control, whereas the animals that were administered with ammonium chloride showed a significantly lower blood pH than did the controls (Table 2) . No difference in the serum sodium or potassium level was observed between any of these three animal groups and control. On the 5th day of nephrosis, the animals excreted a significantly smaller amount of sodium and an equivalent amount of potassium as compared with the control animals, and on the 14th day of the disease both the urinary sodium and potassium tended to return to normal (Table 3 ). The ratio of Na/K in the urine, however, was significantly lower than that of the controls throughout the observa tions. In addition to these findings, the presence of massive ascites, as was shown in Table 1 , suggested that the animals on the 5th day of the disease were in a secondary hyperaldosteronism. On the 4th day of the aldosterone administration, urinary potassium was significantly higher than that of control, but urinary sodium was unchanged (Table 3) . On the 10th day, the animals excreted a much larger amount of potassium and also a larger amount of sodium in the urine. The latter might be due to the so-called "escape phenomenon" (August et al. 1958 ). The amounts of urinary sodium and potassium excreted were unchanged in the acidotic animals, but the ratio of Na/K was significantly reduced. 
Urinary pH and ammonia excretion
The relationship between urinary pH and ammonia excretion in the 4 animal groups are shown in Figs. 1 and 2 . The nephrotic and aldosterone admini stered animals excreted a significantly larger amount of ammonia in the urine than the controls at every stage of the study, though the urinary pH was unchanged. Acidotic rats showed a significantly lower urine pH and excreted a larger amount of ammonia, which were most prominent in this animal group (Table 3) . Glutaminase I activity in the medulla was also elevated in the nephrosis and it tended to be elevated in the aldosterone administered rat, but these elevations were not significant. In primary hyperaldosteronism, hypokalemia was usually found (Kassier et al. 1970) and it was considered to stimulate the glutaminase activity in the kidney (Prunty 1964) . In the present study, in spite of an increased potassium excretion in urine, the serum potassium levels were within normal range. Therefore, there are two possibilities that can explain the observed increase in glutaminase activity. The one is that the total potassium deficiency, but not the hypokalemia, stimulates the enzyme activity, and the other is that the aldosterone itself plays a role in regulating the enzyme activity. Further studies for distinguishing these two possibilities are in progress. 
Glutaminase activity in the kidney

